The case has been kept under close observation ever since in order to see whether the removal of all sepsis at the outset could influence in any way the prognosis of the disease. The course, as is well known, is very often one of apparently good recovery, followed at intervals of three or four months' time by relapses, which ultimately prove fatal in a period varying from twelve months to two or three years after the first onset of the disease.
The subsequent history has been as follows: A considerable relapse occurred at the end of 1901, the blood corpuscles falling to 60 per cent., followed by a very rapid and good recovery to 92 per cent. early in 1902, then robust health till the end of 1902, when he had another relapse; this time to 50 per cent. Then again recovery early in 1903, not so Hunter: Case of " Addisonian Anwmia " complete (up to 80 per cent.), although the patient appeared in robust health; this was followed at the end of 1903 by a much severer relapse, the corpuscles falling to 30 per cent., their original level in 1900, when first seen. This was followed by a very striking recovery in three months (up to 90 per cent. and 120 per cent. haemoglobin), and the patient has remained without any further anaemic relapse during the last seven years. The blood now shows 105 per cent. red corpuscles, and 115 per cent. heemoglobin.
The clinical features throughout, ushering in and accompanying these blood changes at every stage and in every relapse, have always been the same group described by the author as characteristic of this disease, viz. : (1) Glossitic, gastric, and intestinal symptoms.
(2) Haemolytic changes in the urine with aneemic changes in the blood.
(3) Febrile disturbances.
(4) Peripheral nervous disturbances; parcesthesim of various kind and of very distressing character.
These features were very common during the first three years (1900) (1901) (1902) (1903) . During the last seven years they have all been absent.
DISCUSSION.
Dr. DALTON said he would be glad if Dr. Hunter would give more enlightenment about the oral sepsis. Was it sepsis connected with the teeth or with the condition of the tongue? The reason he asked was that Dr. Hunter had always associated tooth sepsis with another form of severe ancemia, which he called septic aneemia, and whicb others were now calling aplastic anaemia. He asked whether any other treatment was adopted besides the antistreptococcic serum. Also, where did be think the sepsis originated? He thought the prognosis of the gastric cases was the best. In the last five years he had had two remarkable cases, which presented the typical bloodcount; the patients got rapidly worse under the administration of arsenic, but under bismuth treatment they quickly improved. One patient when seen six months ago was going about fairly well. Another case was more recent, but the patient left the hospital much improved. Cases of pernicious anmmia following cancer of the stomach could not be expected to improve under any circumstances.
Dr. HUNTER, in reply, said the sepsis in this case was definitely present in the teeth; but the distinctive feature was the glossitis. The glossitis presented in this disease was not produced by oral sepsis of the ordinary type, of however severe a degree. There were a number of bad teeth, but they were removed forthwith at the time the treatment was commenced. Since then the patient had been on the strictest oral antisepsis. For years the mouth and tongue had been swabbed out twice a day with carbolic lotion. When a tooth became bad it was removed, and no risks were run in that respect. Oral sepsis was the cause of a non-hmemolytic anwmia, which he called "Septic Anemia," and that anw,mia was frequently present, sometimes in an intense degree as a severe complication of Addisonian Infective Anaemia. He made it the first object of treatment to remove this septic aneemia. He did not allow any sepsis to come into contact with the glossitic or gastric lesions which were likely to recur. The word " pernicious " anemia did not sufficiently connote Addison's " idiopathic " anaemia; he had therefore abandoned it and given the disease the title of " Addisonian Anaemia." The present case was the most favourable which he had had for fifteen years.
Stokes-Adams Symptoms in a Lad aged 18.
By JAMES GALLOWAY, M.D., and W. J. FENTON, M.D.
THE patient is a fairly well developed lad, aged 18; there is no history of any serious illness till the month of May, 1910. He was then employed in an office in the City, and had passed through a hard winter's work. During the month of May he commenced to suffer from repeated partial fainting attacks, and for this reason medical advice was sought. When he came under observation the pulse frequency at the wrist varied from 32 to 40 per minute. Occasionally marked irregularity occurred, hut the irregularity appeared to be always of the same typetwo or three beats with long intervals, followed by a succession of beats with short intervals. The fainting attacks occurred with no warninga slight exertion was often sufficient to bring them on. Occasionally he has lost consciousness for a very short time in these attacks, but usually they are transient and consciousness is not completely lost. On several occasions climbing to the top of an omnibus made him inclined to be faint. Rarely several fainting attacks have occurred in rapid succession.
There is no evidence of valvular lesion nor of cardiac enlargement or hypertrophy. No other visceral disease is present. Since the commencement of his attack the patient has rested, but the conditions described persist. Fainting attacks are less numerous. The sphygmographic and string galvanometer tracings1 of the heart's action are shown, and give evidence of very distinct " heart-block."
